SUMMARY Using a radiological test for pyloric regurgitation described by Capper, Airth, and Kilby (1966) , it was confirmed that the pylorus is normally competent but incompetent in gastric ulcer and chronic alcoholic gastritis and often incompetent in chronic duodenal ulcer. The significance of pyloric regurgitation in the aetiology of gastric ulcer is discussed.
The association between gastric ulcer and ulceration or deformity of the pylorus or duodenum is well known. The theory that gastric ulcer associated with pyloro-duodenal deformity is due to stasis was not supported by the work of Capper and his colleagues (Capper, 1967) who found evidence of stasis in only 7% of 83 cases. They suggested that gastric ulcer might be due to bilious regurgitation which, under experimental conditions in dogs, was shown by Lawson (1964) to cause gastritis. A radiological technique for assessing the degree of competence of the pylorus was devised whereby barium was injected into the duodenum through a fine-bore tube which had been swallowed and encouraged to pass through the pylorus (Capper et al, 1966; Capper, 1967 
Material and Methods
A group of persons without dyspepsia was compared with four groups of patients with gastric ulcer associated with pyloro-duodenal deformity, gastric ulcer without such deformity, chronic duodenal or juxtapyloric ulcer, and chronic alcoholic gastritis. The nature of the deformity of the pyloric region was a scar from old ulceration in three, Billroth I gastrectomy in two, and anastomosis to the jejunum in another. This report concerns 56 cases (Table) .
The technique was similar to that described by Capper et al (1966) Fig. 3 where the gastric ulcer is seen proximal to the stoma adjoining a loop of jejunum to which the common bile duct had been anastomosed after removal of the pancreas.
Gastroscopy, however, is not a satisfactory method of assessing pyloric reflux when a vagal blocking drug is used.
Discussion
It is unlikely that a gastric ulcer proximal to the incisura could cause pyloric reflux. It It is postulated that excessive bilious reflux is a factor in the aetiology of gastric ulcer even if the pylorus is healthy but the mechanism is unknown. Gastric ulceration occurs only in the presence of acid, even though the output is low, so it is probable that bile salts injure the mucosal barrier against acid. Davenport (1968) showed experimentally that bile salts break the physico-chemical barrier of the gastric mucosa, allowing H+ ions to pass into the mucosal wall. This causes mucosal damage (Overholt and Pollard, 1968) . Bile salts are also probably injurious to the oesophagus (Gillison, Airth, Gibson, Capper, and Bradford, 1969) .
Clearly, excessive bilious gastric reflux can no longer be regarded as a benign and physiological process. Bile salts may apparently damage the defences of the gastric mucosa with subsequent erosion by acid. More information is required on the relationship between the degree of pyloric regurgitation and exacerbations and remissions of gastric ulcer. That recumbency reduces pyloric reflux and carbenoxolone is excreted in the bile may be relevant to the effectiveness of these measures in treatment.
